We analyzed the publicly available genomes of 6 Trichoderma species for the presence of members of the velvet family of proteins (Bayram & Braus, 2012 figure S1 ). The T. reesei orthologues are represented by TR_122284 (VEL1/VeA; e-value 9e-48, 18 % sequence identity), TR_40551 (VEL2/VelB) and TR_102737 (VEL3/VelC). Conserved Domain Search at the NCBI server showed the presence of the velvet domain (Pfam11754), with e-values of 1.17e-87 for VEL1, 2.95e-46 for VEL2 and 2.34e-49 for VEL3. Interestingly, the velvet domain in VEL2 is not split as found in A.
Supplementary
. Phylogenetic analysis of VELVET family proteins in Trichoderma spp. The phylogenetic tree was obtained using MEGA4.0 with the minimum evolution method. (Friedl et al., 2008) . Growth and conidiation on these carbon sources were investigated in constant light, constant darkness, daylight (12:12 cycles), constant red light, with heat shocks (50 °C) for 2, 4, or 6 hours or cold shock (4°C) over night. Shock conditions were applied after three days of growth under the light conditions specified. Although QM6a sporulated readily under these conditions (with the exception of meso-erythritol), strains lacking vel1 did not. Xylose is also known to be beneficial for conidiation, and mechanical injury was shown to induce conidiation in T. atroviride (Hernandez-Onate et al., 2012) . Still, conidiation of Δvel1 was not achieved on xylose either. Hence we conclude that VEL1 is essential for conidiation in T. reesei.
Agar-block microscopy from strains grown on 3% (w/v) malt extract for 48 h under daylight and constant darkness was performed. Deletion of vel1 neither influenced hyphal diameter nor hyphal branching compared to the wildtype (data not shown).
Growth on plates was reduced in Δvel1 on carboxymethylcellulose (CMC) in constant light (to 46 ± 10 %) and darkness (to 36 ± 5 %) compared to wild-type. Hence we also applied the Congo-Red screening test (Carder, 1986) for production of cellulases on plates and found that degradation of CMC was not detectable for Δvel1. Addition of lactose to overcome growth limitation on cellulose due to lack of cellulase production also did not alleviate the growth defect (darkness: 54 ± 5 % and light: 37 ± 3 %). Again no degradation of CMC was observed although lactose induces cellulase production in the wild-type. Interestingly, addition of glucose to the CMC medium, while meant to serve as control, did rescue the growth defect of Δvel1 specifically in light and when grown in 12:12 light-dark cycles (83 ± 6 %). Consequently, we assume that the growth defect of Δvel1 could be due to altered adaptation of carbon sensing to different light conditions. Residual growth on cellulose is likely to be due to utilization of other nutrients in the medium (for example components of the phosphate-citrate buffer) or limited degradation of CMC that did not significantly affect Congo-Red staining. (Seibel et al., 2012b) hpp1R 5ʹ TCCCTGCTGTTCCGCTGATG 3ʹ qRT-PCR hpp1 (Seibel et al., 2012b) hpr2F 5ʹ TGGCACCACTTCATCAACTTC 3ʹ qRT-PCR hpr2 (Seibel et al., 2012b) hpr2R 5ʹ GGAGTAGGAGGAGGATGTGTTG 3ʹ qRT-PCR hpr2 (Seibel et al., 2012b) 
